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include: Maculopapular rash, Þ xed drug eruption (FDE), erythema multiforme (EM), toxic epidermal necrolysis (TEN), Stevens-Johnson syndrome (SJS), urticaria, and erythroderma. [1] Maculopapular rash is the most common skin lesion with AEDs. The serious skin allergies include SJS and TEN. Skin allergies have been described more often in patients receiving carbamazepine, phenytoin and lamotrigine. [2] Cutaneous eruptions are least with valproate compounds. Review of English literature showed only report of two cases of psoriasiform eruption with valproate. [3, 4] Drug treatment may result in exacerbation of pre-existing psoriasis, can induce psoriatic lesions on clinically uninvolved skin in patients with psoriasis, or can precipitate the disease in predisposed individuals. [5] Our patient had no past or family history of psoriasis and no relapse of lesions at one year of follow up, thus suggesting that the psoriasiform eruption in him were probably related to valproate treatment. The knowledge of the drugs that may induce, trigger, or exacerbate psoriasis, is of importance in clinical practice. The drugs that may induce psoriasis include lithium, beta-adrenergic antagonists, antimalarial, non-steroidal anti-inflammatory drugs (NSAIDs) and rarely tetracycline. [6] To this list we should add valproate and valproate should be used with caution in individuals with pre-existing psoriasis.
Tuberculous brain abscess in a child with tetralogy of Fallot
Sir, A two-year-old boy, a known case of tetralogy of Fallot (TOF), presented with fever and projectile vomiting of 15 days duration. There was no history of seizures, ear discharge, or altered sensorium. No history of contact with tuberculosis. On examination, his vital signs were stable. His weight was 10 kg and height was 85 cm. He was plethoric with central cyanosis and grade II clubbing. He had a BCG scar. Cardiovascular system examination revealed a single second heart sound and ejection systolic murmur in the pulmonary area. Ocular fundi were normal. Neurological examination was otherwise normal, except for neck stiffness and bilateral plantar extensor.
Investigations revealed: Hemoglobin 15.8 gm/dL, total WBC count 15600 cells cu.mm with differential of neutrophils 68% and lymphocytes 25%. Mantoux test and HIV ELISA were negative. Echocardiogram did not reveal any vegetation. Chest X-ray was within normal limits. CT brain demonstrated two brain abscess measuring 3 × 3.5 cm in the left fronto-parietal region with perilesional edema and mass effect [ Figure 1] . A left parietal burr hole was made and 15 ml of pus was aspirated from a depth of 1.5 cm from the cortical surface. Cefotaxime, metronidazole, and cloxacillin were instituted initially. Gram stain of pus did not reveal any organism and aerobic culture was sterile. 
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Zeil Neilson smear did not show acid fast bacilli. He was treated with parenteral antibiotics for two weeks and discharged on oral cloxacillin after he improved symptomatically. Surprisingly, after six weeks, his pus grew mycobacterium tuberculosis sensitive to isoniazid, rifampicin, pyrazinamide, and ethambutol. He was started on isoniazid, rifampicin, pyrazinamide, and ethambutol. Unfortunately, he was lost to follow up after this and the outcome of the illness is not known.
Brain abscess in patients with cyanotic heart disease constitutes 11% of all brain abscesses and the incidence is in decline in developed countries due to early surgical interventions in patients with congenital heart diseases. [1] Tuberculoma of brain is an extremely uncommon lesion in patients with cyanotic heart diease. Moorthy et al., [2] reported brainstem tuberculoma in an adult patient with cyanotic heart disease Ray et al., [3] reported tuberculoma in a child with congenital heart diseases. Probably this is the Þ rst report of tuberculous brain abscess in a patient with cyanotic heart disease. Antituberculous therapy and surgical intervention are the mainstays of management.
We report this case since physicians treating children with congenital heart lesions should be aware of this rare association and consider when there is inadequate response to initial broad-spectrum antibiotics.
Giant extra-axial posterior fossa tuberculoma in a three-year-old child Sir, Intracranial tuberculosis, meningitis, and parenchymal tuberculomas, are still prevalent in some parts of the developing world. Of the intracranial tuberculomas, extra-axial tuberculomas are rare and may present with diagnostic dilemmas. [1] A three-year-old girl presented with progressive enlargement of head, difÞ culty in walking and sitting, and progressive stiffness of all the four limbs since one year. There was no history of headache, vomiting, or fever. Developmental history suggested delay in acquiring milestones. On examination, there was macrocephaly, bulging anterior fontanelle, up gaze palsy, and increased tone in all the four limbs. Routine blood tests and chest X-ray were normal. Contrast computed tomography (CT) brain showed [ Figure 1 ] a large ring enhancing (51 × 51 × 60 mm) lesion in the left posterior fossa compressing and shifting the fourth ventricle to right side causing obstructive hydrocephalous. There was extension of the lesion to supratentorial compartment through tentorial hiatus. A right ventriculoperitoneal shunt was done followed by deÞ nitive surgery. Midline suboccipital craniectomy and durotomy was done. At operation there was a large extra-axial lesion attached to tentorium superiorly and to brainstem medially compressing the cerebellum laterally. There was extension of the lesion to supratentorial compartment through tentorial hiatus. The tumor was yellowish, Þ rm, and relatively avascular. Total excision of the lesion was done [ Figure 2 ]. Histopatholgy was tuberculoma [ Figure 3 ]. The patient improved postoperatively and was discharged on antituberculous treatment. At one-year follow up the patient is asymptomatic.
In developing countries, tuberculomas still account for about one-third of brain masses. [2] Of the intracranial tuberculomas, extra-axial tuberculomas are extremely uncommon. [1, 3] Tuberculoma usually results from the hematogenous seeding of the tubercle bacilli to the leptomeninges and brain parenchyma, resulting in the formation of tubercles. The leptomeningeal tubercles
